the urinary bladder, GABA induced a biphasic response, an initial depolarization followed by a hyperpolarization [7] . The aim of the present study is to determine the type of GABA receptors mediating the depolarization and hyperpolarization in the rat MPG. A preliminary account of some of this work has been previously published [8] .
MATERIALS AND METHODS
Male Wistar rats, weighing 200 g, were killed by decapitation. The MPG located at the lateral side of the prostate were dissociated and pinned onto Sylgard at the bottom of a perfusion chamber (2.5 ml, total volume). The MPG were continuously superfused with Krebs solution (3 ml/min) having the following composition (mM): NaCI, 117; KCI, 4.7; CaCl2, 2.5; MgCl2, I.2; NaH2PO4,1.2; NaHCO3, 25 and glucose, 1 l (pH 7.4 and 295-305 mOsm). The (Fig.2) . The CACA-induced depolarization was followed by a sGABAh (Fig.2) 3B ).
DISCUSSION
The results of the present study indicate that GABA induced a biphasic response, a depolarization followed by a hyperpolarization, in neuronal membranes of the rat MPG. The initial depolarization and subsequent hyperpolarization were associated with decreased and increased membrane resistances, respectively.
These properties of GABA-induced responses are coincident with those in pelvic ganglion neurons of the cat urinary bladder [7] . In addition, the GABAB had two separate phases, the fGABAa and the s-GABAB. The s-GABAB was occasionally followed by a s-GABAh associated with an increased membrane resistance. Bicuculline blocked the f-GABAc, but not the s-GABAB and sGABAh. Bicuculline-resistant slow GABA responses were completely blocked by picrotoxin. Recently, a GABA receptor type which mediates a bicucullineinsensitive, picrotoxin-sensitive response has been described in various tissues and termed the ' GABAc receptor' [9-13]. The present study demonstrated that the GABAC receptor agonist, CACA, produced a slow depolarizing response associated with a decreased membrane resistance in rat MPG neurons. The CACA-induced depolarization was followed by a slow hyperpolarizing response associated with an increased membrane resistance. Muscimol, an agonist for GABAA,C receptors produced a s-GABAB. I4AA, a GABAC receptor antagonist, depressed the s-GABAB and the s-GABAh but not the f-GABAd. I4AA also blocked the CACAinduced responses. From these results, it can be hypothesized that GABAC receptors on the neuronal membrane of the rat MPG mediate a transient facilitation followed by a long-lasting inhibition of the activity of these neurons. 
